circumference having risen from the 25th centile at birth to 3 SDs above the mean. She was otherwise well. There was no evidence of raised intracranial pressure, and apart from a little motor delay in specifics related to the mechanical effect of her large head, she was developmentally and neurologically normal. It was noted that the head circumferences of both her parents lay on the 90th centile.
Computed tomogram showed widespread attenuation throughout the white matter (Fig. 1) Thereafter her head circumference grew normally at 3 SDs above the mean and her development continued at an age appropriate rate. At age 3 years she had a second computed tomogram which was normal (Fig. 2) .
Discussion
Low attenuation of the white matter is a characteristic finding in the childhood leukodystrophies. The cause of this appearance is conjectural. It may be due to the presence of myelin breakdown products or white matter oedema, as in the more rapidly progressive leukodystrophies. This latter suggestion seems particularly relevant in the spongiform leukodystrophies described by Alexander and van Bogaert and Bertrand in 1949. 1 2 Absence of myelin alone will not suffice. The white matter appearances in Pelizaeus-Merzbacher's disease, the most chronic of these conditions, may be normal on computed tomogram. The appearance is also seen in acute leukoencephalitis, a presumed virus associated encephalopathy in which the brunt of the inflammatory process falls on the white matter.
Clearly these explanations do not apply here. There is no suggestion of a progressive disorder: she has experienced no acute neurological illnesses. Severe delay in central nervous system myelination, incompatible in any case with clinical normality, should not by the above reasoning be associated with pronounced changes on computed tomogram: in addition the normal visual evoked response latency argues against this supposition.
She would, however, seem to have familial megalencephaly. In this condition the rate of head growth is abnormally high in the first six months. This is presumably due in part to acquisition of new myelin which is normally proceeding in the cerebral hemispheres at this time. It is tentatively suggested that in this case where the rate of head growth was extremely rapid, the processes associated with a high level of metabolic activity were sufficient to cause low attenuation on computed tomogram. An analogous situation seems to exist on resumption of a normal diet after a period of either intrauterine or postnatal malnutrition. Here rapid head growth in infancy may be accompanied by the transient occurrence of signs of raised intracranial pressure. In one personally observed case this has not, however, been accompanied by abnormal appearance of the white matter on computed tomogram. At no time had our patient clinical signs of raised intracranial pressure.
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